Myocardial fibrosis in patients with hypertrophic cardiomyopathy (HCM) may play an important role in the function and/or dimensions of the left ventricle. We present an autopsied case of HCM followed for 10 years. A 68-year-woman with HCM underwent trans-aortic myectomy of the interventricular septum in 1979. A significant amount of round cell infiltration, myocardial fibrosis and disarray were observed in the resected specimen. She experienced repeated admissions due to diabetes mellitus and congestive heart failure, and died of renal failure in 1989. An autopsy revealed extensive myocardial fibrosis and significant cell infiltration in the ventricular myocardium. The infiltrating cells were almost all lymphocytes, and the ratio of CD4 to CD8 was 3.8. This ratio was different from that of typical viral myocarditis. This case suggests that there may be an undefined inflammatory process causing fibrosis in HCM, in addition to the ischemia due to intramural small coronary artery stenosis. (Jpn Heart J 35: 95-105, 1994) Key words:
the etiology of myocardial fibrosis in HCM, intramural coronary artery sclerosis has become widely accepted.12,13) However, other possible factors causing fibrosis were not extensively studied.
We treated a case of HCM which showed cell infiltration in a surgical biopsy specimen 10 years earlier, and broad myocardial fibrosis and cell infiltration at autopsy. The hematocrit was 11.1% and the white-cell count was 6800/mm3. The erythrocyte segimentation rate was 14mm per hour. The blood urea nitrogen was 20mg/dl, creatinine 1.5mg/dl, creatine phosphokinase 53IU, glutamate oxaloacetate aminotransferase 28IU/l, glutamate pyruvate aminotransferase 8 IU/l, lactate dehydrogenase 480IU/l, glucose 99mg/dl, total cholesterol 227 mg/dl, and triglycerides 109mg/dl. The sodium was 149mEq/l, potassium 3.6 mEq/l, and chloride 108mEq/l.
CASE REPORT
Electrocardiogram (ECG) showed left ventricular hypertrophy. Right-sided and left-sided cardiac catheterization revealed a right atrial mean pressure of 12 mmHg, and a right ventricular pressure of 70/10mmHg; the pulmonary arterial pressure was 50/34mmHg, with a mean pressure of 44mmHg; the pulmonarycapillary wedge pressure was 24mmHg; the left ventricular pressure was 232/20 at the apex and 135/20mmHg at the outflow, and the aortic pressure was 130/ was performed. In a postoperative ECG, left axis deviation was present and voltages in V5 and V6 were decreased compared to the pre-operative ECG (Figure 3) . The left ventriculogram demonstrated a slight decrease in the left ventricular cavity ( Figure 4A and 4B).
Postoperative catheterization revealed reduction of the interventricular pressure gradient from 98mmHg to 50mmHg. A coronary angiographic examination two years after surgery showed normal coronary arteries ( Figure 4C and 4D). After more than ten admissions because of congestive heart failure and diabetes mellitus the patient died of renal failure in October, 1989. Pathological findings of the myocardium resected in 1979: Myocardial histology revealed marked endocardial fibroelastic thickening and slight fibrosis in the subendocardial layer. Intramural small coronary arteries did not show sclerotic changes except for mild medial thickening ( Figure 5A ). Myocardial disarray and a mild amount of cell infiltrations were recognized ( Figure 5B and C). Gross findings of the heart autopsied in 1989: The heart was enlarged and weighed 660g. Focal fibrosis of the pericardium due to cardiac surgery was seen on the epicardial adiposis ( Figure 6A ). The posterior mitral leaflet, near the posterior commissure site, bulged toward the left atrium ( Figure 6B ). The anterior mitral leaflet was thickened at the coaptation site of the valve ( Figure 6C ). Focal endocardial fibrous thickening was seen at the operated site of the septum in the base of the left ventricular outflow tract ( Figure 6D ). In the ventricular transverse section, the left ventricle showed concentric hypertrophy ( Figure 6E ). The thickness of the interventricular septum was 20-24mm, and that of the left ventricular posterior wall was 18mm. Fibrosis was seen mostly in the internal layer of the left ventricle, but patchy irregular fibrosis was seen in the middle and outer layers of the posterolateral wall. There was subtotal stenosis of the left anterior descending branch of the left coronary artery, and 50-75% stenosis in the left circumflex branch of the left coronary artery and the right coronary artery, respectively. Fibrosis was more severe in the lateral and posterior wall than in the anterior wall ( Figure 7) . Microscopic findings of the heart: In the outer and middle layers of the lateral wall of the left ventricle, a moderate degree of myocyte disarray was recognized. The outer layer of the ventricular wall showed interstitial fibrosis and partial depletion of myocytes ( Figure 8A and 8B) . Diffuse small round cell infiltrations were also observed in the myocardium of the left ventricle ( Figure 8C ). The intramural small arteries ending in the myocardial fibrosis showed medial thickening, but the lumens were patent ( Figure 8D ). Lymphocyte subsets (Figure 9 ): The lymphocyte subsets of the infiltrating cells of the frozen section of the right ventricle were investigated by the ABC (avidin biotin complex) method. Lymphocytes were stained as follows; Leu-4+Leu-5b (CD2+CD5) for pan T cells, Leu-16 (CD20) for B cells, Leu-3a (CD4) for helper/ 
